We appreciate the letter regarding our recently published article,[@B1] which demonstrated that tuberculous pericarditis with constrictive physiology at initial diagnosis can be reversible with the appropriate steroid therapy.

Ventricular interdependence and septal bouncing are often confused, but, strictly speaking, they are different concepts. Septal bouncing is paradoxical abnormal septal motion caused by hypercontraction of the septal myocardium to compensate for lateral left ventricular wall motion. Longitudinal motion of the mitral annulus on tissue Doppler imaging is also increased in constrictive pericarditis despite high left ventricular filling pressure, because of compensatory hypercontraction due to limited lateral expansion of the entire heart.[@B2] On the other hand, ventricular interdependence, so-called ventricular discordance, is a result of variation in intracardiac pressure under limited expansion of the pericardium during the respiratory cycle. Therefore, the presence of ventricular interdependence and septal bouncing are echocardiographic parameters for diagnosis of constrictive pericarditis; however, they do not always appear in combination because of their different mechanisms.[@B3] Furthermore, septal bouncing can be present in other conditions such as left bundle branch block or right ventricular pacing.[@B4]

Regarding the chronicity of the disease, we conducted chest computed tomography in all patients at initial diagnosis. There were no pericardial calcifications. The causes of transient constrictive pericarditis included various diseases such as postoperative pericarditis and idiopathic pericarditis as well as pericardial tuberculosis. If constrictive pericarditis is detected during the early stages of inflammation, the disease process can be reversed without scarring, so-called transient constrictive pericarditis.[@B5] Diagnosis of transient constrictive pericarditis is based on clinical course of the disease, not from etiology. Tuberculous pericarditis can be a cause of transient constrictive pericarditis; however, reversal of the constrictive physiology is not always observed during treatment of tuberculous pericarditis, as shown in our study.[@B1]
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